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Background: NADPH-oxidase is a major source of O2- in vascular wall however its association with vascular function is unclear. We determined 
NADPH-oxidase activity in peripheral blood mononuclear cells (PBMNCs) of coronary artery disease (CAD) patients and examined its impact on 
vascular function in response to acute inflammation.
Methods: We recruited 52 CAD patients who received S. typhii vaccination. At baseline and 8h post vaccination we assessed brachial artery flow 
mediated dilation (FMD) and we obtained blood samples. In cell lysates of isolated PBMNCs we determined resting and NADPH-induced O2- by 
chemiluminescence. Plasma malonyldialdehyde (MDA) was determined by a fluorometric assay.
Results: Despite a significant reduction of FMD 8h post vaccination (Fig. A), the change of plasma MDA, a classic oxidative stress marker was 
borderline (Fig. B). Acute inflammation induced a striking elevation of both resting (Fig. C) and NADPH-stimulated (Fig. D) O2- in PBMNCs, 8h post 
vaccination. Importantly, NADPH-oxidase derived O2- in PBMNCs was correlated with the angiographic extent of coronary atherosclerosis both at 
baseline (rho=0.280, p=0.04) and at 8h (rho=0.283, p=0.04).
Conclusions: NADPH-oxidase activity and the total O2- generation by PBMNCs are strongly associated with the extent of coronary atherosclerosis 
and endothelial dysfunction in CAD patients and may be used as sensitive markers of cellular oxidative stress in atherosclerosis-related low-grade 
inflammation.
 
